ECLAMPSIA is a disorder unique to pregnancy and the puerperium and is characterized by hypertension, proteinuria, edema and tonic-clonic seizures with loss of consciousness. Although the cause of eclampsia is unknown, vascular spasm plays a major role in its presentation and has been directly observed in the nail beds, bulbar conjunctivae and ocular fundi." 2 Histologic findings in the kidney and brain from autopsied patients have been attributed, at least in part, to vasospasm.3-6 Although myocardial infarction is unusual in eclampsia, symptoms of congestive heart failure, cyanosis, and postseizure hypotension are frequent, especially in fatal cases. 6' 7 Most pathologic studies of patients with eclampsia in which the heart has been evaluated, however, were published before 1964 and primarily described regions of myocardial Supported by NHLBI grant HL-17655. Presented in part at the 53rd Scientific Sessions of the American Heart Association, Miami Beach, Florida, November 20, 1980. Dr. Moore is a Research Fellow of the American Heart Association Maryland Affiliate, Inc. hemorrhage with occasional degenerative changes and focal necrosis. 3 6, 8-12 In 1964, Sommers and Jennings reported the presence of transverse eosinophilic contraction bands in the posterior papillary muscle of dog hearts after experimentally-induced ischemia and reperfusion.'3 Contraction band necrosis, which occurs with a variety of insults to the heart,14 is also the morphologic manifestation of a period of myocardial ischemia followed by reperfusion.'5-'7 In patients without evidence of fixed coronary artery obstruction or other cause of nonperfusion followed by reperfusion, the finding of contraction band necrosis has suggested the presence of coronary artery vasospasm.1' ' If contraction band necrosis is the result of coronary artery vasospasm, patients who die in the course of a generalized vasospastic disorder might be expected to have myocardial contraction band necrosis. The purpose of this investigation was to determine if patients with eclampsia have an increased incidence of contraction band necrosis in their hearts.
Materials and Methods
We reviewed the cardiac findings in the 34 patients with fatal eclampsia who were autopsied at The Johns Hopkins Hospital between 1899 and 1979. by munitions workers chronically exposed to nitroglycerin when withdrawn from their environment, and as a complication of coronary artery catheterization.27 28 It is therefore likely that coronary artery spasm can, in certain cases, result in angina and even myocardial infarction.'9l 29 We thought that the current understanding of the significance of contraction band necrosis justified a reevaluation of the myocardial pathology in patients who died during or shortly after eclamptic convulsions. We found much more myocardial contraction band necrosis in patients who died with eclampsia than in controls, which suggests the potential of more significant myocardial damage in eclampsia than previously recognized. Further study of patients with eclampsia or other disorders manifested by generalized vasospasm may provide additional information concerning the cause and significance of contraction band necrosis itself. study of the fine structure of normal and ischemic dog myocardium with special reference to early changes following temporary occlusion of a coronary artery. Therefore, to determine the effect of preexisting coronary stenosis on arrhythmias during reperfusion, we investigated the incidence of VF during sudden but restricted reperfusion of the circumflex coronary artery (CFX) and during sudden unrestricted reperfusion of the CFX, but in the setting of various degrees of collateral flow stimulated by prior gradual occlusion of the left anterior descending coronary artery (LAD).
Foxhounds of either sex that weighed [17] [18] [19] [20] [21] [22] [23] [24] [25] [26] [27] [28] [29] [30] [31] [32] [33] [34] kg, ranging in age from 8 months to 4 years, were studied.
Experimental Protocol

Restricted Reperfusion
The dogs were anesthetized with i.v. sodium pentobarbital; the initial dose was 26.5 mg/kg and additional doses (5 mg/kg) were given as needed. The dogs
